The description and explanation of racial and ethnic health disparities are major initiatives of the public health research establishment. Black Americans suffer on nearly every measure of health in relation to white Americans. Five theoretical models have been proposed to explain these disparities: a racial-genetic model, a health-behavior model, a socioeconomic status model, a psychosocial stress model, and a structural-constructivist model. We selectively review literature on health disparities, emphasizing research on low birth weight and high blood pressure. The psychosocial stress model and the structural-constructivist model offer greatest promise to explain disparities. In future research, theoretical elaboration and operational specificity are needed to distinguish among three distinct factors: (a) genetic variants contributing to disease risk; (b) ethnoracial or folk racial categories masquerading as biology; and (c) ethnic group membership. Such elaboration is necessary to move beyond the conflation of these three distinct constructs that characterizes much of current research.
INTRODUCTION
Understanding health disparities is a major initiative of the public health research establishment in the United States (Woolf et al. 2004 ) and around the world (Almeida-Filho et al. 2003) . Reducing such health disparities is one goal of the Healthy People 2010 initiative, a program of the National Institutes of Health (NIH) intended to improve public health in the United States (U.S. Dep. Health Hum. Serv. 2000) . "Health disparities" refers to differences in morbidity, mortality, and access to health care among population groups defined by factors such as socioeconomic status, gender, residence, and especially "race" or "ethnicity." Research has examined differences in health status among diverse racial and ethnic groups; however, why the health disparities between black and white Americans are so large is the central question in this research. On nearly every index measured, African Americans suffer in relation to European Americans, and often in relation to other racial and ethnic groups as well. Every field of study concerned with public health, including epidemiology, health services research, health psychology, medical sociology, clinical medicine, nursing, and medical anthropology, contributes to this research.
The issues are immense. Approaching this research in any sensible way demands that subjects from population genetics to the social and cultural construction of the concepts of race and ethnicity be addressed. And there are deeply entrenched ideologies on all sides of the issue. Separating ideology and theory is always difficult, but it seems to be particularly problematic in the study of the health effects of race and ethnicity. On the one hand, the biological reality of race continues to be obvious to many. On the other hand, it is equally clear to many researchers that race is a culturally constructed entity. Stating these two perspectives so simply obscures the profound differences in epistemology that generate them, differences that can overwhelm research progress on a topic that demands an integration of realist and constructivist perspectives. The study of racial and ethnic health disparities requires a biocultural perspective in the fullest sense of the term.
The aim of this chapter is to examine how some of these thorny questions have been approached. The literature is vast, so our discussion will be selective, out of necessity. First, we briefly review the nature and breadth of racial and ethnic health disparities. Second, we address the major alternative explanations for these disparities. Third, we turn to the question of the logical status of the constructs of race and ethnicity and consider how they might be more effectively defined for crosscultural research.
RACIAL AND ETHNIC HEALTH DISPARITIES: THE EPIDEMIOLOGIC EVIDENCE
A research focus on health disparities can be traced to the Black Report examining social class and regional differences in health status in Britain (Townsend & Davidson 1982) , but realization of the extent of ethnic and racial health disparities in the United States has been a result of reports published by the public health research establishment, especially the NIH and related agencies. Nickens (1986) drew attention to these disparities through a calculation of "excess deaths" in relation to race or ethnicity. This is an epidemiologic index in which predicted deaths are calculated for a population subgroup (e.g., black men) using data from another population subgroup (e.g., white men). Excess deaths are the number of deaths observed that exceed the predicted number. Nickens found substantial disparities between ethnic and racial groups: Black Americans in particular exhibited a large excess mortality compared with white Americans on virtually every cause of death. Other ethnic groups (e.g., Asian and Pacific Islanders) exhibited fewer than predicted deaths in some categories compared with white Americans, which indicates that health disparities can be observed in lower-than-expected rates for some groups as well. Wong & associates (2002) conducted a similar analysis with more sophisticated techniques of adjustment. They also contrasted racial and ethnic disparities with educational disparities and found that different diseases contribute to different disparities. In terms of disparities in mortality between less welland more well-educated persons, coronary artery disease, lung cancer, stroke, pneumonia, congestive heart failure, and lung disease contributed most to lost years of life. With respect to racial or ethnic disparities in mortality, however, hypertension, HIV, diabetes, and homicide were the greatest contributors. Therefore, there are a few diseases that contribute most to disparities in mortality. Keppel et al. (2002) examined data between 1990 and 1998 using a set of ten health status indicators relevant to the Healthy People 2010 goals. These indicators included a range Ethnicity: a dimension of sociocultural systems that defines essential group differences and structures the relations among persons classified in terms of those differences. The criteria of essential group difference will vary cross-culturally HSIs: health status indicators of health conditions (coronary heart disease, cancer, tuberculosis) as well as indicators with more direct social referents such as live births to teenagers ages 15-17 and suicide and homicide rates. Keppel et al. examined these indicators in relation to racial and ethnic categories employed in the U.S. census: non-Hispanic white; non-Hispanic black; Hispanic; American Indian or Alaska Native; and Asian or Pacific Islander. For mortality related to disease and traumatic injury, rates declined for all population subgroups between 1990 and 1998. With respect to racial and ethnic disparities, black Americans' rates for six measures (total mortality, heart disease, lung cancer, breast cancer, stroke, and homicide) exceeded other groups' rates by a factor ranging from 2.5 to almost 10 during both time periods. Other ethnic groups had higher rates for suicide (white Americans) and motor vehicle accidents (American Indian and Alaskan Natives). Overall, Asians and Pacific Islanders tended to have the lowest mortality rates, although Hispanics were lowest for strokes. Keppel et al. (2002, p. 12) Clearly, understanding ethnic and racial health disparities demands a careful examination of all groups in all societies in which such disparities exist. However, these results indicate that understanding the health status differences between black and white Americans is fundamental to understanding health disparities in general because this difference contributes most to overall health disparities. In the remainder of this review, we place emphasis on understanding these disparities. 
PATTERNS IN THE LITERATURE ON RACIAL AND ETHNIC HEALTH DISPARITIES
A number of reviews have examined the extent to which race and ethnicity are used as variables in public health research. Systematic reviews of several key journals show that (a) race and ethnicity are among the most commonly used variables in public health research; (b) their use is on the rise; and (c) they tend to be used uncritically and without definition.
Jones and colleagues (1991) Drevdahl and colleagues (2001) show that more than 81% of reports published in 2000 in the journal Nursing Research referred to race or ethnicity.
Investigators have observed similar patterns outside the United States. For example, Ellison & de Wet (1997) report that roughly half of the articles published in the South African Medical Journal in 1992-1996 mentioned race, and the proportion was much higher (73.9%) in genetic studies. British health researchers also use racial and ethnic categories (Sheldon & Parker 1992) , although there is a decided preference for the concept of ethnicity more than race in the United Kingdom.
Explicit definitions of race or ethnicity are rare. Williams's (1994) review revealed that none of the 121 empirical studies published between 1966 and 1990 in the health services research literature defined race. Just 5 of the 167 studies published in Nursing Research from 1952 to 2000 defined the racial and ethnic categories used, and these definitions often failed to make clear the differences among categories (Drevdahl et al. 2001) . Similarly, in a review of the American Journal of Epidemiology and the American Journal of Public Health, Comstock et al. (2004) found that most recent articles neither specify why race or ethnicity was included as a variable nor identify the method by which either was assessed. These patterns appear to hold true elsewhere in the biomedical literature (Kaplan & Bennett 2003 , Osborne & Feit 1992 .
Social scientists are often quick to recognize these shortcomings in the public health literature, but it remains to be seen if they approach race and ethnicity in any more sophisticated way. Preliminary results from an ongoing content analysis of Medical Anthropology and Medical Anthropology Quarterly (Gravlee et al. 2004) suggest that neither the concept of race nor ethnicity is used as commonly in medical anthropology as in public health. Medical anthropologists display a preference for ethnicity more than race, but an analytic distinction between these concepts is seldom made. In addition, as in public health, race and ethnicity typically are not defined, and the methods by which groups and individuals are assigned to racial or ethnic categories generally are not explicit. Dressler (1993) identified four general models in the literature to explain health disparities: a racial-genetic model; a health-behavior model; a socioeconomic status model; and a social structural model. Changes in emphasis in the literature in the intervening ten years require both expansion and slight modification of these categories as follows: a racialgenetic model; a health-behavior model; a socioeconomic model; a psychosocial stress model; and a structural-constructivist model.
EXPLAINING RACIAL AND ETHNIC HEALTH DISPARITIES
In the following sections, we sample from the health disparities literature, but most of our examples will come from research on low birth weight and essential hypertension/chronic high blood pressure. These are useful health indicators because they effectively bracket the life span, and they are among the health problems that contribute most to health disparities. Additionally, there is evidence that low birth weight and high blood pressure are associated, and hence may be linked in the biocultural processes that generate health disparities (Barker 2004 ).
The Racial-Genetic Model
There are large differences in rates of low birth weight (defined as birth weight less than 2500 grams) and rates of hypertension (blood pressure higher than 140 mm Hg systolic and/or 90 mm Hg diastolic) between black and white Americans. Currently 13.3% of black women, versus 6.9% of white women, give birth to a low birth weight baby. Similarly, 38.6% of black women and 34.8% of black men have high blood pressure, compared with 22.6% of white women and 24.8% of white men (Cent. Dis. Control Prev. 2004a,b) .
Especially with respect to high blood pressure, there have been appeals by some researchers to racial-genetic factors to account for these disparities (Boyle 1970) . For blood pressure, these appeals have been based on both the differences in hypertension prevalence between blacks and whites, and the gradient of blood pressure and hypertension prevalence in relation to skin color within the African American community (Harburg et al. 1978 , Keil et al. 1977 , Klag et al. 1991 . Although poor birth outcomes are less often explicitly attributed to racial-genetic differences, some researchers have suggested as such (Wilcox & Russell 1990 , and see critique by David 2001) . In current literature it can be difficult to find overt attribution of disease risk to a racial-genetic component, perhaps because of widespread knowledge of the critique of race as a biological construct (Cooper 1984 , Montagu 1962 , Kittles & Weiss 2003 Prior to technological advances in molecular biology, evidence had accumulated that a racial-genetic explanation was untenable for broad population differences in blood pressure. Literature reviews showed that prevalence rates were extremely variable across populations in Africa and people of African descent in the New World. Later, focused research (eliminating alternative measurement hypotheses for these differences) demonstrated an east-west gradient in hypertension prevalence: West African samples had the lowest prevalence (16%), West Indian populations had an intermediate prevalence (26%), and African American populations had the highest prevalence (33%) (Cooper et al. 1997) . With respect to birth weight, David & Collins (1997) found that the rate of low birth weight infants of African-born black women in Chicago (3.6%) was closer to that of U.S.-born white women (2.4%) than to U.S.-born black women (7.5%). Similarly, Kleinman and associates (1991) , using a national data set, found that the risk of neonatal mortality was 22% lower for foreign-born compared with U.S.-born black women, whereas there was no difference in risk for whites on the basis of birth country. More recently, AcevedoGarcia et al. (2005) have shown that lowereducated foreign-born black women do not differ in birth outcomes from highly educated U.S.-born black women (less well-educated U.S.-born black women had the highest risk of low birth weight). These data at least suggest that birth weight and blood pressure are subject to substantial environmental influence and hence are not under strict racial-genetic control, given the range of variability in prevalence rates in genetically related populations living in different environments.
With the advent of technology for identifying genetic variants, the importance of a racial-genetic component in blood pressure has become even less tenable because the search for variant gene structures that contribute to blood pressure has not been NCHS: National Center for Health Statistics particularly successful (Crews & Williams 1999 , Harrap 2003 , Oparil et al. 2003 ; and those candidate genes that do appear to be associated with blood pressure are not differentially distributed across conventional racial groups (Cooper et al. 1999 , Daniel & Rotimi 2003 , nor do they differ between African Americans and first-generation African immigrants (Bouzekri et al. 2004 , Carlos Poston et al. 2001 .
The racial-genetic model has not disappeared, however. Belief in its importance in the explanation of blood pressure disparities continues in the form of Grim's "slavery hypothesis" (Grim & Robinson 1996) . This hypothesis posits that a salt-sparing genetic variant was selected for in Africa (a kind of "thrifty genotype") owing to chronic salt shortages. Then, enslaved Africans were subjected to extreme conditions of sodium deprivation in the Middle Passage and under conditions of slavery, leading to high mortality rates, and this salt-sparing genetic variant in New World African-descent populations was further selected for. According to the slavery hypothesis, owing to the higher prevalence of this racial-genetic trait, African Americans and other black populations in the western hemisphere retain more sodium when it is plentiful in the diet, resulting in high blood pressure (see below on the salt intake hypothesis for hypertension).
The slavery hypothesis is a controversial idea to account for racial and ethnic health disparities and has many critics (Curtin 1992 , Jackson 1991 . What is striking, however, is its wide acceptance based on virtually no empirical evidence. In a paper full of insight into how hypotheses diffuse, Kaufman & Hall (2002) demonstrate the level of credibility the hypothesis has received in both the professional and popular literature, even being incorporated into recommendations on how high blood pressure should be treated (Brownley et al. 1999) , despite the lack of research. As Kaufman & Hall note, "The intellectual resilience of the Slavery Hypothesis may be attributable to several of its ideologic components[. . . .]perhaps the most influential of these in the modern era is the beguiling allure of a simplistic genetic determinism" (2002, p. 116) . The slavery hypothesis may owe its persistence to its reinforcement of folk models of race. As Kittles & Weiss (2003, p. 34 ) point out, even specialists in genetics routinely confuse technical and folk uses of the term race. The slavery hypothesis may appear to be true simply because it is consistent with, and in turn reinforces, a Western European and American cultural construction of race as a biologic entity (see also Braun 2002 , Sankar et al. 2004 .
In sum, this model for the explanation of racial and ethnic health disparities that emphasizes genetic variants differentially distributed across these groups appears to have little explanatory power.
The Health-Behavior Model
Here we subsume hypotheses that account for health disparities on the basis of discrete behaviors voluntarily adopted by individuals. The health behaviors regarded as important usually include the combination of high caloric intake and low physical activity, which leads to obesity, smoking, excessive alcohol intake, and the intake of specific dietary items, such as high salt intake or low potassium intake.
Body composition is clearly associated with higher blood pressure (Sowers et al. 2002) , but differences in body composition do not explain health disparities. National Center for Health Statistics (NCHS) (Cent. Dis. Control Prev. 2004c ) data show that in 1999-2000, 67.3% of white American men would be considered overweight (a body mass index >25.0), compared with 60.3% of African American men. This discrepancy therefore could not account for the differences in hypertension prevalence between black and white men. Fifty-seven percent of white women are overweight compared with 77.7% of black women. Although this seemingly could account for prevalence differences between black and white women, it apparently does not. Bell and associates (2004) recently analyzed data from the NHANES (National Health and Nutrition Examination Survey) for women, and black women remained twice as likely to have high blood pressure after controlling for obesity. Furthermore, virtually every study of blood pressure routinely uses a measure of body composition (e.g., the body mass index) as a control variable, with little effect on black-white disparities.
With respect to birth weight, heavier women tend to have heavier babies (Inst. Med. 1990) , so the higher prevalence of overweight among black women cannot explain the higher prevalence of low birth weight.
Physical activity levels affect both weight and overall risk of disease, and there is evidence of differences among racial and ethnic groups in levels of physical activity. Nationally, 34.4% of white men and 38.3% of white women report being physically inactive compared with 45.1% of black men and 55.1% of black women (Schoenborn et al. 2004, p. 42) . Bell et al. (2004) found that controlling for reported levels of physical activity made no difference in the differential risk of hypertension between black and white women. With respect to low birth weight, strenuous occupational activity (such as standing for long periods) does not alter differences in low birth weight between black and white women (Homer et al. 1990 , Teitelman et al. 1990 .
Smoking is a risk factor that has been directly implicated in low birth weight (McCormick et al. 1990 ) but only tangentially, if at all, in association with blood pressure (Janzon et al. 2004) . Again, smoking is not a factor likely to account for health disparities because there are virtually no differences in rates of smoking between black and white men (27.1% versus 25.2%) or between black and white women (19.5% versus 22.2%) (Schoenborn et al. 2004, p. 21) .
Alcohol intake is discouraged during pregnancy because it contributes to low birth weight, whereas when considering blood
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NHANES:
National Health and Nutrition Examination Survey pressure there appears to be a J-shaped relationship between alcohol consumption and blood pressure; nondrinkers and mild drinkers (≤3 drinks/day) had comparably low blood pressures, and heavy drinkers had higher blood pressures (Estruch et al. 2004 ). According to NCHS survey data, 70.8% of white men versus 55.8% of black men report being drinkers; corresponding figures for white versus black women are 60.4% versus 39.4%. Rates of heavy drinking, defined as 14 or more drinks per week, are very similar across groups, ranging from 2.2% among African American women to 5.6% among white men (Schoenborn et al. 2004, p. 7) . Again, there is little evidence that differences in alcohol intake account for the large disparities in health status; in studies that control for reported alcohol intake, racial and ethnic differences in blood pressure and birth weight remain unchanged, although there is some evidence that blood pressure may increase at a lower level of alcohol intake for black men versus other groups (Acevedo-Garcia et al. 2005 , Bell et al. 2004 , Fuchs et al. 2001 .
With respect to specific factors and specific outcomes, high salt intake has been hypothesized to account for black-white differences in blood pressure (Sowers et al. 2002) ; however, the link of salt intake with high blood pressure continues to be controversial. As McCarron (2000) notes, the salt intake hypothesis has been based on inappropriate animal laboratory models; the reporting of highly selective cross-cultural data; and questionable and unsubstantiated concepts like a genetic salt sensitivity. Although reduction in dietary sodium can lead to small but sustained decreases in blood pressure in some persons with high blood pressure, the evidence for salt intake as an etiologic factor that accounts for racial and ethnic differences in hypertension is slim to nonexistent (Chrysant et al. 1997) .
Some investigators have attempted to evaluate the combined effects of health behaviors in reducing racial and ethnic health disparities. These studies enter physical activity, smoking, alcohol consumption, body SES: socioeconomic status mass index, and various measures of nutrient intake simultaneously into an analysis, along with race or ethnicity. The results are mixed. In some studies, racial or ethnic differences are left unchanged (Bassett et al. 2002 , Bell et al. 2004 . With these variables, plus depressive symptoms and anxiety, Jones-Webb and coworkers (1996) were able to reduce differences in mean blood pressure for black and white men, but not for black and white women. Finally, using prospective data, Liu et al. (1996) reported that black-white mean blood pressure differences at a 7-year followup could be reduced by 40%-50% through the inclusion of body mass index, alcohol and tobacco use, physical activity, and dietary intake of calcium, potassium, and protein.
As observed ten years ago, these health behaviors can be potent contributors to disease risk (Dressler 1993) ; there is little evidence, however, that alone or in combination health behaviors can explain racial and ethnic health disparities.
The Socioeconomic Status Model
The socioeconomic status (SES) model subsumes research that sees racial and ethnic health disparities confounded with SES disparities in health. Race and SES are correlated (i.e., African Americans are overrepresented among lower SES groups), and some argue that controlling for SES will either reveal the "true" effect of race or ethnicity or, if secondary to SES disparities, cause racial disparities to disappear. Little or no consideration is given to why confounding occurs. This approach was encountered more often in earlier literature (e.g., Keil et al. 1977 , Starfield et al. 1991 than recent studies (although see Dyer et al. 1999) . In general, controlling for SES fails to account completely for racial and ethnic disparities, despite leading to a reduction in the magnitude of group differences. The failure of SES controls to account for racial or ethnic differences has then, in turn, been used as "evidence" of some kind of residual racial-genetic effect. As Kaufman and colleagues (1997) show, however, such an inference is almost never warranted because of the problems associated with trying to untangle race, ethnicity, and SES. Various forms of residual confounding occur, which in turn render an inference regarding some kind of racial-genetic effect unlikely, even after controlling for SES (see also Davey Smith 2000) .
Some researchers have argued that the confounding of SES and racial disparities is a function of the wider distribution of risky health behaviors among lower class people, such as those behaviors reviewed in the previous section (Liu et al. 1996 , Stamler et al. 2003 . This again is an argument that race or ethnicity is confounded with SES; however, as shown above, controlling for health behaviors does not explain racial and ethnic health disparities.
More promising directions in research on SES examine the effect of residence in lowincome communities on health (Williams & Collins 2001) , as well as how SES may moderate racial or ethnic differences (AcevedoGarcia et al. 2005 ).
The Psychosocial Stress Model
In earlier literature, after showing that controls for SES failed to account for racial and ethnic disparities, reasoned speculation led to a consideration of the stresses associated with institutional and interpersonal racism as a cause of these disparities (Clark et al. 1999 , Williams & Collins 1995 . The extension of the psychosocial stress model to studies of racial and ethnic disparities was stimulated by the logical difficulties and empirical weakness of alternative racial-genetic and healthbehavior models. As usual, the serious consideration of the social production of disease had to await the exhaustion of alternative approaches. Currently, this model looms large in the literature, and it is possible to categorize several approaches within this orientation.
The first approach can be best exemplified by the social epidemiologists Krieger (1999 Krieger ( , 2003 and Williams (Williams & Collins 1995 , Wyatt et al. 2003 . In this approach, there is a clear distinction made between institutional racism and perceived racism, the former referring to the system of structured inequality that places black Americans lower on all indicators of economic well-being, and the latter referring to the conscious perception of discriminatory acts and practices and the distress associated with that perception. Institutional racism results in the limited access of racial and ethnic minorities to resources, both in the sense of limited access to high-paying jobs or educational opportunities and in the sense of limited access to resources that would support the attainment of better health status (e.g., living in neighborhoods with markets that stock fresh fruits and vegetables, neighborhoods in which it is safe to walk for exercise). The concept of institutional racism has mainly offered a framework for the interpretation of racial and ethnic health disparities that is an alternative to other (e.g., racial-genetic) models, providing what Krieger (1999, p. 310) calls an "indirect" approach to the study of discrimination and health.
Perceived racism, by comparison, is measured directly by self-reports of respondents about their experiences of discriminatory acts, both in institutional settings (e.g., on the job) and in mundane social interactions (Krieger 1990 , Krieger & Sidney 1996 . The empirical record for measures of perceived discrimination is mixed. In a recent review, Williams and associates (2003) report eleven studies that examine the association of perceived discrimination and blood pressure. Of these studies, three find a direct association, three find no association, and five find associations that pertain only to particular subgroups (e.g., gender or occupational groups; see also Brondolo et al. 2003) . A recent study reports a direct association of perceived discrimination and blood pressure, although data were collected from a convenience sample (Din-Dzietham et al. 2004) . Two studies in the review by Williams et al. (2003) examined perceived discrimination and low birth weight; one found no association and one found a conditional as-CARDIA: Cardiovascular Disease in Young Adults sociation. A more recent study found that controlling for self-reported discrimination reduced by half the risk for black women of reporting having had a low birth weight baby (Mustillo et al. 2004 ; see also Collins et al. 2004) .
The second approach to the study of psychosocial stress and health disparities employs a more general understanding of the term stress as negative affect (depression, anxiety) experienced by individuals, which in turn can be associated with deleterious health outcomes. This approach has been taken in the incorporation of psychosocial data into large national studies, such as CARDIA (Cardiovascular Disease in Young Adults) and the various waves of the NHANES (see Williams 1999 for a useful discussion of national data sets). Jonas et al. (1997) and Jonas & Lando (2000) looked at overall negative affect as a prospective predictor of incident hypertension in two different follow-up waves of the NHANES, finding that those who report negative affect are at a higher risk for developing hypertension and that this association is greater for African Americans. Davidson et al. (2000) found a similar pattern of results using the CARDIA data. Finally, using a subset of the CARDIA data, Knox and colleagues (2002) found that young African Americans who were more reactive to stressful stimuli in the laboratory in turn had higher ambulatory blood pressures three years later.
The third approach to the study of psychosocial stress and health outcomes is best represented by the early work of Harburg and associates (1973) , and the subsequent work of James on the John Henryism hypothesis (James et al. 1983 ). These researchers adapted general models of the stress process to the specific ethnographic realities of the African American community. For example, Harburg et al. (1973) argued that persons, black or white, living in high "socioecologic stress" areas (characterized by low SES and high rates of social instability as measured by crime) were at a higher risk for stressful experiences on a daily basis, increasing the likelihood of high blood pressure. For African Americans, and especially darkerskinned black men, there was the added insult of racist interactions (with police or other representatives of the white power establishment). These racist interactions were in turn likely to provoke hostility on the part of the black participant in the interaction, who may then suppress that hostility to avoid negative repercussions. The model thus predicted that darker-skinned black men who lived in high stress areas and suppressed hostility would have the highest blood pressures. Research results have been generally consistent with these predictions, although the strength of the anger expression and suppression effect has been found to be modest (Schum et al. 2003) .
The John Henryism hypothesis (James et al. 1983 ) is named for the mythic black steel driver who, in the face of seemingly insurmountable odds, refused to be deterred in his efforts. In a series of studies, James found that persons in the black community who exhibit this tenacious and active coping style have higher blood pressure and a higher prevalence of hypertension if they also have fewer resources, such as higher educational attainment, for achieving their goals. While the findings in research on John Henryism have generally been consistent, there have been negative findings, and in some research the association has been obscured by other factors (James 1994) or was found to be contingent on variables such as gender (Dressler et al. 1998a ). This suggests that the John Henryism model may be in need of further specification and elaboration.
Another example of this line of research is the study of job-related stressors and incidenttreated hypertension by Levenstein and colleagues (2001) . This study is relevant because institutional racism will result in individual-level factors such as differential job security for blacks and whites, which in turn may account for differences in disease rates. Levenstein et al. (2001) found that job insecurity and unemployment were potent risks for developing hypertension over a 20-year follow-up, especially for men; however, as in other types of research, controlling for these factors did not substantially reduce the differences in risk between blacks and whites. Oths et al. (2001) used a similar line of reasoning in the development of a model to account for ethnic differences in low birth weight. They adapted Karasek's model of job strain, which, in its original form, was developed to examine job stressors among whitecollar workers. The central hypothesis of this model is that stress results from the imbalance of demands on the job and the resources a worker has to deal with those demands (see Markovitz et al. 2004 ). Oths et al. (2001) adapted this model to be appropriate for poor and working-class black and white women in Alabama who work in entry-level service jobs (e.g., fast-food restaurants and convenience stores) and in factories such as poultry processing, as well as for middleclass women in white-collar jobs. Prospectively, they found that women under high demands on the job who had little control (in terms of being able to take a break, for example) had lower birth weight babies and that the effect was enhanced for black women versus white women. The differences in birth weights between black and white women under low strain conditions were minimal; as job strain increased, the gap between black and white birth weights widened. Those who felt discriminated against on the job were nearly three times more likely to suffer job strain as those not discriminated against.
Finally, studies by Dressler (1990 Dressler ( , 1991a ) are relevant here. Like James's studies of John Henryism, Dressler eschewed the attempt to account for racial or ethnic differences in disease risk, focusing instead on factors within the African American community. On the basis of ethnographic observations, he adapted the concept of status incongruity, arguing that individuals' struggles to achieve a middle-class lifestyle in the face of limited economic resources would be a potent stressor. At the same time, traditional features of social organization in the black community, especially reliance on the extended family for social support, would moderate that stressor. He found that the interaction of status incongruence and social support was associated with blood pressure within a Southern black community; however, the interaction of kin support and status incongruence was significant only for older (>45 years) respondents. For younger respondents, nonkin support buffered the pressor effect of status incongruence.
Studies of psychosocial stress processes represent a conceptual advance over racialgenetic, health behavior, and SES models in one important sense: In the psychosocial stress model, there is an explicit attempt to integrate, at least on some level, what is unique about the experience of the African American community in the United States and how that singular experience generates a particular configuration of stressors that in turn is associated with health and disease. At the same time, psychosocial stress models to explain racial and ethnic health disparities are subject to all of the same criticisms of the conventional stress model. First, the measurement of many stressors, especially perceived racism, suffers from all the difficulties of distinguishing the accurate perception of a stressor from cognitive and emotional efforts on the part of an individual to cope with that stressor (Meyer 2003) , which can lead to complex interpretations of results (Krieger 1990 ). Second, despite considerable refinement over the years, this emphasis on the individual and individual perception tends to deflect attention away from broader social and cultural fields that generate stressors in the first place.
The Structural-Constructivist Model
The next approach to the study of racial and ethnic disparities will be referred to as a structural-constructivist model, following Bourdieu (1990) and Dressler (2001) . This approach to research can be distinguished from previous approaches on several levels. First, it takes into account explicitly the dual nature of human existence. On one hand, what is taken to be the reality of life is in large part a cognitive representation, constructed out of an amalgam of socially shared understandings distributed within a society (this is termed a constructivist perspective). On the other hand, individuals are constrained by external structures in which they are embedded, especially the ecology of social relationships created by the shared and distributed expectations of others. Social, psychological, and biological processes occur within this intersection of social structure and cultural construction.
The need for such a perspective can be found throughout the literature on racial and ethnic health disparities in the repeated assertion that race is a socially or culturally constructed concept (Krieger 2003) ; however, the study of how racial and ethnic categories are constructed, and the implication for health of those constructions, is rarely attempted. Furthermore, the importance of a constructivist perspective can be carried a step further. The logic underlying most research on health disparities is that finding and controlling for the ways in which blacks and whites differ will undo observed disparities. This logic seems unremarkable until examined further, as Kaufman & Cooper (1999) have done. These investigators argue that regarding race or ethnicity per se as having true causal potential is misplaced because the logical counterfactual argument cannot be made. The counterfactual argument asks what the effect of race or ethnicity would be if everyone who is "black" became "white," and vice-versa. Kaufman & Cooper suggest that this argument makes sense for some variables such as obesity because persons who are overweight can logically be envisioned to lose weight and those who are thin can be imagined to gain weight. In what sense can race or ethnicity be imagined to fit this counterfactual argument? Kaufman & Cooper argue that race or ethnicity is such a dominant status category in the United States that the counterfactual logic DWB: driving while black fails because every aspect of life is dominated so completely by racial or ethnic status, from birth to death, that entering race or ethnicity into a statistical analysis cannot be readily causally interpreted (see Berk 2004, pp. 81-103 , for a similar but more general discussion of causal logic and categories such as race or ethnicity). Krieger (2003, p. 196) argues that the notion of "exchangeability" denied by Kaufman & Cooper does in fact exist because it is possible to imagine a situation in which people, irrespective of their skin color, are not subject to the same racist interactions or, in keeping with the true counterfactual, in which the racist interactions would be reversed. But perhaps the issue here is not the subtleties of counterfactual logical rigor, but rather the ethnographic realities; that is, is it reasonable to assume that the same understanding or meaning of social interaction can be extended to persons in different racial or ethnic groups? Probably not. Take for example the phenomenon of DWB (driving while black; see West 1993) . The likelihood and implication of being black and being stopped by police while driving in a white neighborhood are different, for example, than being white and being stopped by police while driving in a black neighborhood. In this example, and in many others we suspect, the counterfactual argument fails. These are simply incommensurate phenomena.
Again, the issue is not so much the rigor of causal inference as it is how to examine the phenomenon at hand. It is, perhaps, more important to understand, in an ethnographically nuanced way, how the goals and aspirations that structure mundane social interaction are constructed within racial and ethnic groups, and how these cultural constructions collide with the social structure in which they are played out.
A number of studies have employed this perspective. For example, Dressler and associates (Dressler 1991b (Dressler , 1999 Dressler et al. 1998b Dressler et al. , 1999 Dressler & Bindon 2000) used this logic in studies of blood pressure in Brazil and the United States. These investigators examined the everyday goals and aspirations for a good life shared within communities. In Brazil, both Afro-Brazilians and white Brazilians were included, and a general cultural consensus on a lifestyle (combining material goods and social behavior) representing a good life was found in two separate studies. In the United States, research was carried out exclusively within a Southern black community, and a general cultural consensus on what constituted a good life was also found. In each setting, a lifestyle of domestic comfort, not conspicuous consumption, was the consensus model, and this notion of an inconspicuous consumption was also emphasized in narrative data. Then, the degree to which individuals were able in their own behaviors to approximate this valued lifestyle was examined, which is referred to as cultural consonance in lifestyle. Individuals who were able to approximate better the valued lifestyle had lower blood pressure. Furthermore, in Brazil, there was an interaction effect between cultural consonance and skin color, such that the persons with darker skin color and higher cultural consonance had blood pressures lower than white Brazilians at any level of cultural consonance. In the United States, these researchers found a similar interaction effect between cultural consonance and skin color within the African American community, but this interaction effect was specific to men aged 25-44. These results suggest that the race of an individual is malleable and subject to interpretation in a given social field. Specifically, where individuals can present themselves in mundane social interaction as having achieved widely shared goals for socioeconomic attainment, in the way that these goals are encoded in culturally constructed lifestyles, the biosocial significance of skin color recedes. Gravlee (2002 Gravlee ( , 2005 Gravlee & Dressler 2005) extended this logic in a study of skin color and blood pressure in Puerto Rico. An earlier paper (Costas et al. 1981) showed that higher blood pressure was associated with darker skin color in Puerto Rico, after controlling for a variety of other factors. Gravlee investigated the cultural construction of skin color in Puerto Rico using cultural domain analysis and cultural consensus analysis. Using a standardized set of facial drawings derived from Harris's (1970) work in Brazil, he found that respondents agreed on the allocation of phenotypic descriptors to standardized faces, and, like Harris in Brazil, he found that these attributions were a function of skin color and hair type. He then investigated the association of skin color and blood pressure using distinct measures of skin color that included (a) direct measurement of skin pigmentation by reflectance spectrophotometry, (b) selfrated skin color on a nine-point scale, and (c) an estimate of ascribed color derived from linking survey respondents to the cultural model of skin color, as determined by cultural consensus analysis. In bivariate and multivariate analyses, skin reflectance was not associated with blood pressure; however, both self-rated and ascribed color were associated with blood pressure through interactions with SES. Individuals in lower SES groups had similar blood pressures irrespective of their attributed skin color category, whereas individuals in higher SES groups had higher blood pressures if they were also assigned to the category "black," according to the cultural consensus model (Gravlee 2002) . Gravlee & Dressler (2005) also report that the discrepancy between self-rated color and skin pigmentation is associated with blood pressure through an interaction with SES. They interpret this finding as a status incongruity effect.
These studies take seriously the idea of the cultural construction of race or ethnicity, as well as how life goals are culturally constructed within communities of color and the implications for health when those goals are limited by racial stratification.
RESEARCH NEEDS
To this point, we have used the terms race or ethnicity in the same way they are generally employed in the literature, that is, without attempting to define them. The lack of explicit definitions is widely recognized as a significant barrier to progress in research on health disparities. As Crews & Bindon (1991) point out, biomedical researchers are expected to define key concepts and to establish the validity and reliability of measurement operations, but the same researchers routinely assign participants to racial or ethnic categories without further comment (see also Hahn & Stroup 1994) . This pattern obscures health researchers' responsibility to distinguish what they know about race as biological scientists from what they know about race as enculturated members of society, and it illustrates how much the reality of race is taken for granted in the United States. More important, it impedes efforts to understand the causes of health disparities among racially defined groups. When race is treated as a proxy for some unspecified combination of environmental, behavioral, and genetic factors, rigorous tests of the precise causal mechanisms involved are the exception, not the rule. For research to progress, a conceptual model of race and ethnicity is required; indeed, there is some movement in the biomedical literature to require the definition of race and ethnicity, and to specify their relevance to the study, when the terms are used in publication (Davidoff 2000) . We examine some of the ways in which such a conceptual model might be developed and operationalized. We assume that the term race has no universal biological referent when applied to the human species (Kittles & Weiss 2003) ; therefore, as it is asserted frequently in the literature, race is a cultural construct used by members of a society to explain perceived biological differences among humans in specific ethnographic settings. That being the case, the most suitable terms for use in research would be "ethnoracial categories," or perhaps "folk racial categories." It is then incumbent on researchers to demonstrate, in any given setting, the cultural model that generates ethnoracial categories and how these categories are employed in that ethnographic context. Research models exist, notably Harris (1970) , Harris et al. (1993 ), Byrne et al. (1995 . Using elicitation techniques from cognitive anthropology, these researchers have systematically described ethnoracial descriptors where they are relevant and demonstrated how those descriptors are or can be applied in specific ethnographic contexts. These techniques, especially when combined with intensive ethnographic methods, can provide a clear picture of the folk racial model when the concept is employed in a given setting (e.g., the link of Harris's work with Burdick's (1998) in Brazil). Then, in epidemiologic surveys, when an individual self-selects an ethnoracial category, or when such an ethnoracial category is applied to an individual, the real sociocultural import of that attribution can be understood (Gravlee 2005) . Although it may seem like a daunting task to include such an ethnographically detailed analysis in every study, it is probably unnecessary to replicate these analyses each time health research is conducted in that setting. It is more important that researchers are aware that folk racial categories are emic, ethnographically contingent constructs, and that they make every effort to link their specific operational procedures to what is understood about prevailing ethnoracial models in that specific setting (e.g., Dressler et al. 1999) .
In contrast, the term ethnicity can be applied universally as an analytic construct. The ethnographic record suggests that there may be a universal tendency to differentiate individuals and social groups on the basis of factors generally associated with attributions of traditions and ancestry and the way in which those attributions are realized in the present (Gil-White 2001) . Ultimately, ethnicity becomes a fundamental way to define social boundaries (Barth 1969) . In a sense, ethnicity becomes a primary category in the analysis of any society. It is a category of sociocultural systems analysis on par with the economic system, the kinship system, or the system of religious belief and practice. Elaborated further, ethnicity is a social institution like kinship or marriage, but a higher-level one in that, as an organizing tool that assigns identity to members of a group, it actually incorporates, or is partly constituted by, aspects of other institutions (kinship, economy). To be sure, ethnic group differences are culturally constructed within any given society. But what separates ethnic group differences and ethnoracial differences is that ethnic group differences may or may not include a folk racial component. The use of the term race, in contrast, demands that an ethnobiological theory (or folk model of essential biological difference) be demonstrated.
Elements of a definition of ethnicity have been offered by many, notably Montagu (1962) , Barth (1969) , Dominguez (1986) , Crews & Bindon (1991) , Gaines (2005) , Oths (1999) , and Gravlee (2005) . The definition of ethnic groups within a society will incorporate any of a number of dimensions that can be placed into three broad categories-the cultural, the ancestral, and the referential-the salient features of which will vary between groups. The cultural includes shared models for both the mundane (e.g., language use, diet, dress, marriage rituals) and the more abstract (e.g., concepts of self, supernatural beliefs) aspects of life. A sense of shared ancestry includes territorial homeland, common history (which may include ethnoracial discrimination), and kinship (whether construed biologically), which may or may not incorporate phenotypic or genotypic characteristics such as hair type, body build, or skin tone. With respect to the referential, as ethnic group labels fundamentally separate people into in-and out-groups (i.e., "we" versus "they"), personal (or self-defined) and social (or other-defined) identity is an integral component of ethnic definition. Folk racial categories may then be indexed here, when relevant, as an emic self-categorization, or as an eticly imposed descriptor used by others.
In summary, rather than retaining the term race with any kind of etic biological connotation, it can be seen as a part of a meaningful folk taxonomy that may (if present) be incorporated into a more robust classification with worldwide applicability. Therefore, instead of finding that "current racial categories capture ethnic status," as Williams (1997, p. 325 ) holds, we prefer a model in which ethnic categories would subsume ethnoracial categories.
It should be clear that the scheme we suggest here invites the study of genetic factors in the distribution of disease, in terms of the explicit identification of genetic variants. Such a scheme would distinguish the distribution of genetic variants, folk racial categories, and ethnicity; each term would carve out a distinctive phenomenon for analysis in a theoretically and operationally explicit way. We might then be able, for example, to describe the distribution of disease separately in relation to genetic variants, ethnoracial categories, and ethnicity, and in relation to the combination of these factors. Furthermore, the associations of genetic variants, ethnoracial categories, and ethnicity can themselves become a focus of study. More to the point, however, our review of existing literature suggests that these three dimensions of human biology and social life have been routinely offered as risk factors for disease, while simultaneously being routinely conflated. The proposed scheme identifies factors believed important in existing literature and offers the potential to distinguish among them in future research.
CONCLUSION
As shown in quantitative analyses of the social science and public health literature, ethnoracial categories and ethnicity have become nearly standard variables included in research on the distribution of disease. And, on nearly every indicator, but especially on several of the most important contributors to early mortality, black Americans and white Americans differ; black Americans suffer higher mortality and morbidity. These comparisons have, however, generated little understanding of these health disparities because they
SOCIAL STRUCTURE AND CULTURAL CONSTRUCTIVISM
The dual nature of human existence has been prominent in the history of social theory. Other terms could easily be substituted for social structure and cultural construction, but the basic issue has remained the same for more than 200 years: Is human behavior fundamentally a function of the external constraints imposed on groups and individuals, or is it a function of the way in which groups and individuals impose a meaningful structure on the world? Although most working social scientists probably understand their subject matter as an interaction of these aspects of human life, surprisingly little formal theory has tried to integrate the two. An exception to this is the earlier work of Pierre Bourdieu, who proposed a set of constructs (e.g., "habitus," "social field," "cultural space") in which human behavior could be understood at the intersection of social structure and cultural construction. This is a particularly fruitful approach in the study of health disparities because it draws attention to the cultural construction of, for example, racial categories, while being sensitive to the causal potential of these arbitrary categories when there is a collective acceptance of their "reality."
are reported mostly without comment or, perhaps worse, with vague comments implicating racial-genetic differences. A careful review of the literature indicates that such imputing of a racial-genetic basis for disease is without foundation, yet such suggestions cannot but reinforce the general American cultural model of ethnoracial categories.
Other studies have sought the nonracialgenetic basis for these differences, and research on discrete health behaviors, although important in part to be sure, suggests that these cannot account for overall group differences. What appears to offer a more potent explanation for ethnoracial and ethnic health disparities is a model in which other forms of inequality, especially social and economic inequalities, generate life conditions that are chronically stressful over the life course of black Americans. What Geronimus (1992) refers to as "weathering," or the chronic, allostatic load generated by this continuing adaptation to enduring structures of inequality, then generates observed health disparities. It is a collision of the cultural construction of mundane life goals with a social structure of ethnoracial stratification.
Understanding this process in terms of all its empirical complexity ultimately will require a reconceptualization of key factors in the process, notably the basic concepts of folk racial categories and ethnicity.
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SUMMARY POINTS
1. Differences in morbidity and mortality between conventionally defined racial and ethnic groups have been widely documented, but these differences continue to be poorly understood.
2. Although overall racial and ethnic group differences are complex, the largest disparities are those between African Americans and European Americans. On virtually every indicator of morbidity and mortality, blacks suffer in relation to whites.
3. A review of the literature on health disparities reveals five types of explanatory models that have been employed to account for these differences; each explanatory model emphasizes different sets of variables.
4. Models that emphasize both psychological and sociocultural factors in the causes of health disparities appear to be most promising.
5. Future progress in this area will depend on the development of a satisfactory theory of ethnic differences.
FUTURE DIRECTIONS/UNRESOLVED ISSUES
1. The conceptualization and measurement of the social and cultural dimensions of race and ethnicity need to be improved.
2. More cross-cultural research is needed to accumulate empirical results outside the specific sociocultural constraints of North American and Western European societies.
2. The degree to which ethnoracial and other traits construct ethnicity in a given group is an empirical question that should be examined cross-culturally.
4. Future research needs to specify tests of hypotheses that include measures of both genetic and nongenetic differences between ethnic groups.
